Hypertonic nervous diseases occurring in the last decades of life are already fairly common : and, in a community where the proportion of old people is steadily rising, these conditions are likely to be seen more and more frequently. Among the important causes of increased muscular rigidity in old people are paralysis agitans and post-encephalitic Parkinsonism on the one hand, and cerebral vascular disease 011 the other. It is not unusual, however, to find among the aged slighter and less obvious degrees of rigidity which cannot be accounted for by these diagnoses. Critchley (1931) described forms of muscular rigidity in old people which he attributed mainly to extra-pyramidal disease, and therefore forming part of the picture of senile Parkinsonism. In this he included the socalled arteriosclerotic rigidity which is a uniform resistance to passive manipulation, more obvious at proximal joints and specially noticeable in the legs. He also described ' a super-added hypertonus of a quasivolitional nature due to the patient's failure to relax as soon as his limbs are under examination. ' Critchley associated these forms of rigidity with catatonia, relative immobility, bradykinesia and attitude of flexion, and used the term senile Parkinsonism to embrace the whole syndrome.
Jakob (1923) suggested that senile rigidity must be differentiated from Parkinsonism. In senile rigidity he found histological changes in the temporal and frontal cortex. He also found basal ganglia degeneration present concomitantly. He noted the frequent development of contrac- tures in senile rigidity, and suggested the possibility that contractures may be related to cortical damage.
Clinical surveys carried out in recent years in old local authority institutions have discovered a number of bedfast patients in a state of extreme flexion and suffering from gross contracture deformities. Critchley (1931) was familiar with this condition which he attributed to the patient's becoming bedfast, often as a sequel to hemiplegia. On the other hand, Walshe (1914) stated that he had never seen flexion contracture in the leg occurring as a consequence of hemiplegia, and that an uncomplicated pyramidal tract lesion gave rise to spastic paralysis in extension.
It seems therefore that flexion contractures may develop independently of hemiplegia. Further, when such contractures are found in hemiplegia, it is not at all certain that they are directly due to the pyramidal lesions. 480 McEwan and L,averty (1949) (Brocklehurst, 1951 The thighs were flexed to about 80? from the abdomen. The knees were flexed to 45?, and were adducted closely together. The adductors were not in spasm, but the application of even light touch between the knees caused an immediate powerful adduction of the thighs. The patient could voluntarily extend both knees to about 35? from full extension but she did not like doing this. Attempts at passive movement of either leg were met by powerful muscular contractions. These could gradually be overcome to allow extension of the knees to about 55? from full extension. After 15 ml. paraldehyde by intramuscular injection, complete passive extension of both legs was possible, although there was still considerable resistance.
This woman thus had varying muscular rigidity, she adopted and maintained an attitude of flexion and adduction of the legs, there were signs of dementia and she was doubly incontinent. The association of senile incontinence and dementia raises the possibility that in this woman all the neurological abnormalities including rigidity were attributable to cortical atrophy. Effect of hyoscine. One hour after administration of hyoscine the patient became drowsy, speech was slurred, and a slight expiratory wheeze was present, which had not been noted previously. Examination showed no alteration in the state of the arms from previous findings. The legs, however, showed a striking alteration, in that both legs were undergoing constant active movements. There was a slow extension at the knees and hips with some plantar flexion of the toes. This was followed by a sudden flexor jerk of the limb?including dorsi-flexion of the toes with fanning.
These movements occurred continuously but irregularly, and independently in each leg. All the time there was tense adductor spasm, so that the knees and sometimes the ankles rubbed clumsily and forcibly against each other. These movements continued whether the legs were covered with bedclothes or were uncovered. Muscle tone remained normal in the limbs.
Very occasionally there was slight twitching of the right knee and plantar flexion of the great toe, followed by a small clumsy movement of the left foot. The tendon reflexes were unchanged but the plantar responses became extensor in type.
The results of liyoscine administration are summarized in the accompanying (1947) in describing spasticity define a nonpyramidal system having its higher connection with cortical area 4S, then relaying in the nuclei of the reticular formation of the pons and the lateral columns of the cord. Stimulation of this system inhibits muscular tone, and injury augments such tone to the degree of spasticity. In other words they postulate a system conveying active inhibiting influences to motor centres either in the mid-brain, pons or spinal cord. In the absence of this higher control, increased muscle tone occurs.
It is known that many, possibly all, patients with senile incontinence have an uninhibited type of neurogenic bladder (Wilson, 1948 : Brocklehurst, 1951). Denny-Brown (1951) 
